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proportion of smokers as nonsmokers. As argued at length 
elsewhere |®-I2t this bias can produce an artefactual association 
of a s im ila r magnitude to the association claimed by Kawachi et 
aid| to be due to passive smoking. Wells (2) correction for this 
bias was totally inadequate, failing to allow for the possibility 
of misclAssified current typical regular smokers, whereas a recent 
s umm ary of data from large studies shows an average rate of 
about 4 % uit 

Although there is virtually no epidemiological data on nsk in 
relation to workplace exposure to passive smoking. Kawachi et 
al ( 1 ) present estimates based on unjustified extrapolations from 
the spouse smoking estimates, which are themselves hopelessly 
biased. 

The authors present numbers of deaths with ranges, so giving 
the uninformed reader > spurious idea of accuracy. When one 
considers no major authority has yet concluded passive smoking 
causes IHD; it is difficult to see what useful< meaning one can 
attach to the cited lower limits of 39 IHD deaths for spousali 
smoking and 62 for workplace exposure. 


Peter N Lee (Mr)i 


dv - - 

i? j.s. 


PN Lee Statistics and 
Computing Ltd. 
Cedar Road. 
Sutton, 

Surrey SM2 5DA. UK. 


Kjvachi I Fiarts NE. Jtftm RT O—thi 1m tut^ r w nc m a 
Ou* us (MLMv* waotaag lb hi** Z—Mod NZ Mad J 1969 102 037-40 
W*U» AJ Ad aautnaL* of adult mortality id Lha UfttUd Scataa fr om paaaivc anafcuvg 
Eovtronaaaot Latanaauaaai 1966 14. 249-66 

Garland C. Barrva-Cocmar £. Suaras U *i ai. Effacu of paaaiva *momm am jaJtaanue 
iman diaaaaa mortality a non a m o d ara livnat with wnnaara Am J Epibaauc* ISM. .121.. 

MS-SO 


Deaths from lung cancar and ischaemic haart disease 
due to pataiva smoking in New Zealand 
Kawachi. Pearce and Jackson p) estimate that passive smoking 
causes 273 deaths per year in New Zealand. 30 from lung cancer 
and 243 from ischaemic heart disease (IHD). Some 65% of these 
deaths are attributed to workplace exposure, the rest to spousal 
smoking. These estimates are scientifically unjustified. Too much 
weight is given to fragile epidemiological data, major sources of 
bias being totally underestimated. Too little weight is gives to 
evidence that nonsmokers have very low exposure to tobacco 
smoke constituents. 

The evidence that passive smoking increases risk of IHD is very 
unconvincing. The authors mote a mets-analysis by Weils (21 for 
their estimate of risk in relation to spouse smoking. This is based 
on 7 studies, many of which involve unacceptably small numbers 
of cases, eg. as low as two deaths in women married to never 
smoking husbands (3). The two studies with adequate numbers 
are both open to question. 

One of these is the Japanese prospective study Walls cited 
results from 17 years follow up (&} which claimed a significant 
trend in IHD in relation to spouse imoking , but failed to mention 
that this finding significantly (p <0.001) conflicted with an earlier 
report, based on 14 years follow up which claimed no association 
whatsoever! 

The other is the M ary land prospective study fa| which reported 
34% and 24% increases in IHD in men and women in relation 
to spouse smoking. This study has many features that are 
noteworthy. It made no attempt to follow up people moving 
outside Washington County, thus missing large numbers of 
deaths. It found no dose response relationship. It failed to collect 
data on a whole range of possibly relevant confounding factors. 
Those it did adjust for (age. marital status, years of school, quality 
of housing) bad an enormous affect on relative risk, changing 
estimates from 1.17 to 1.31 in men and from 0.66 to 1.24 m w ocmo 
emphasising the fragility of the results. 

The evidence relating passive smoking to King cancar is mors 
extensive than for IHD. being based on 27 published studies, not 
13 as Kawachi et al state! While there is an association of spouat 
smoking to hmg cancar risk that cannot plausibly bs 
by publication bias, it cannot bs reliably inferred this results from 
a causal affect of passive smoking. In the first place, exposure 
of d ob smo k e r s to smoke constituents is very low. Thus typical 
nonsmokars retain only about 0.01-0.02% of the amount of 
smoking related particulates retained by a smoker (T|. 
Furthermore, there are various sources of persistent bias in the 
epidemiology, a major one caused by mtsclsesifirsfinn of a 
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rtlad vasectomy 
A rtqent ACC appeal case was published m the Otago Daily Times 
and Hound it very disturbing (see Medicolegal p 453). This couple 
l compensation after tbs alleged failure of s vasectomy 
Oamsru Hospital in 1979. After this operation it 
iths before the sperm count was zero. Nearly five 

B all pregnant. These happenings 
the vasectomy was performed 
took s long time to reach zero 
sjaculate all the sperm from his 
The pregnancy resulted from 
nj and can occur once in about 
te the above explanations, some 
is standard medical practice to 
after three or at the most four 


Judge Middleton has 
and this persuaded the 
• art as I read them 

a clear miscarriage 


positive sperm teats after 
accepted this surgeons evidence 
judge to allow the claim- If the facts 
in the Otago Daily Timet then there 
of justice. 

Compensation has been wrongly swarded ahd a doctor wrongly 
a c c used of negligence. This esse may set a fa^ejprecedent. The 
Accident Compensation Corporation should nocNb* allowed to 
accept this appeal decision and this case should 
court. 


J K Walton. 


Department of Ur 
Dunedin 


Source: https://www.industrydocuments.ucsf.edu/docs/plpxOOOO 


2023511912 



